ventilation," and it has been suggested that this is due to unequal ventilation of the lungs (Weiss, 1928 ; Siebeck,1911 ; Hoover, 1922) . This suggestion has received convincing support from the recent work of Sonne and others (Sonne, 1934; Roelsen, 1934 and 1938) It has also been suggested that the increase in lung volume which occurs in emphysema is at least a factor in impairing the efficiency of ventilation.
It is true that the amount of air remaining in the lungs at the end of an ordinary expiration may be increased two or even threefold (Christie, 1934 ; Hurtado, Fray and McCann, 1933) The second factor, which may be just as important as the first in its effects on the circulation, is the absence of a negative intrapleural pressure. In normal individuals blood is sucked into the thorax because of the negative intrathoracic pressure. As has already been explained, the intrathoracic pressure in emphysema becomes more or less atmospheric, because of the loss of pulmonary elasticity. Venous blood is no longer sucked into the thorax and the pressure in the systemic veins therefore tends to be raised.
Clinicians have for long been aware of so-called right heart failure in emphysema, where the venous pressure is raised, the liver is enlarged, and the dependent parts somewhat cedematous, with little or no evidence of pulmonary congestion. The explanation of this type of heart failure probably lies in these two factors, the destruction of pulmonary capillaries and the altered intrapleural pressure, both of which tend to impede the flow of blood through the lungs but in no way embarrass the left ventricle.
